: Azathioprine, cisplatin, carboplatin, doxorubicin, mitoxantrone and taxol were the drugs used in this study A) Representative pictures of hTERT-BJ1 fibroblasts treated for 72 h with the different drugs. Vehicletreated and untreated cells are also shown B) SRB staining of hTERT-BJ1 fibroblasts treated with chemotherapy for 24, 48 and 72 h. All selected concentrations were sub-lethal and induced a similar loss in cell viability. Mean ± SEM
Figure S2: Extracellular flux analysis
A) The pH of the extracellular media is monitored throughout the experiment. Glucose addition produces a rapid rise in ECAR, which is attributable to glycolysis. Addition of oligomycin blocks mitochondrial ATP synthesis, further increasing the glycolytic rate of proliferative cells to fulfil their metabolic demands. Finally, addition of 2-DG completely blocks glycolysis B) OCR versus ECAR in the presence of glucose in the media indicates the metabolic state of cells in culture Figure S3 : Chemotherapy induces IL6 secretion and inhibits interferon-mediated signalling in hTERT-BJ1 fibroblasts A) Cytokine membrane antibody array indicated an up-regulation of the amounts of the IL6 cytokine in media of hTERT-BJ1 fibroblasts treated for 72 h with doxorubicin compared to vehicle-treated cells B) Significant inhibition of ISRE and C) GAS signalling by chemotherapy after 24, 48 and 72 h normalised to SRB and vehicle. All drugs except cisplatin decreased ISRE and GAS signalling. Mean ± SEM Table S1 : L-Lactate secretion by hTERT-BJ1 cells treated with chemotherapy for 48 and 72 h normalised to vehicle-treated cells. Fold increases higher than 1.5 are indicated with +, higher than 2, with ++, and higher than 5 with +++. Table S2 . β-HB secretion by hTERT-BJ1 cells chemotherapy-treated for 72 h normalised to vehicletreated cells. Fold increases higher than 1.5 are indicated with +, higher than 2, with ++, and higher than 5 with +++.
